Summary. Daily treatment with progesterone and chorionic gonadotrophin was found to protect pregnancy in fasted mice so that it lasted at least 6 days longer than in control mice fasted from the end of the 3rd to 5th days after mating. Pregnancy could not, however, be main¬ tained beyond the 14th or 15th day by these means. The pathogenesis of the embryonic mortality caused by fasting, therefore, appears to involve a failure of hypophyseal gonadotrophic function. Adrenalectomy and implantation with desoxycorticosterone acetate did not protect pregnancy in fasted rats, suggesting that the mortality was not caused by hypersécrétion of corticosterone.
INTRODUCTION
Embryonic mortality in mice may be brought about by fasting pregnant females for 48 hr from the end of the 3rd day after mating (McClure, 1959 (McClure, , 1961 . It is possible that the stress of fasting stimulates hypersécrétion of corticosterone in lethal amounts for Robson & Sharaf (1952) and Macfarlane, Pennycuick & Thrift (1957) have shown that the injection of corticosterone and adrenocorticotrophic hormone can cause embryonic mortality in rats. Alternately, fasting may cause a failure of gonadotrophic function of the hypophysis thus terminating pregnancy, for Werner (1939) , Pomerantz & Mullinos (1939) and Rinaldini (1949) (Macfarlane et al., 1957) . While it is unwise to argue from the rat to the mouse, it would seem unlikely that the adrenal cortex is involved to any great extent in the pathogenesis of the infertility in the latter species.
In the gonadotrophic function experiment, the mice in the control group were of normal fertility and none examined from the 4th to 11th days contained embryos or deciduomata which were obviously degenerating.
The mice in the control, fasted group conformed to the pattern shown earlier
